Our previous work has shown t h a t delaying feedings f o r >14 days i n high r i s k neonates does nof prevent NEC (AJDC, i n p r e s s ) . To help determine t h e optimal time f o r i n i t i a t i n g e n t e r a l feedings, i n f a n t s a t High Risk f o r NEC were prospectively s e l e c t e d from a l l admissions 41500g using a r i s k scoring system we developed. Of 112 VLBW admissions, 47 were Low Risk, 22 died within 24 hours, and 9 parents refused consent. Ultimately, 34 High Risk i n f a n t s were entered i n t o t h e study protocol and randomly assigned t o be fed on Day 1 o r 7 of l i f e . I d e n t i c a l feeding protocols included p a r e n t e r a l n u t r i t i o n and a scheduled progression from s t e r i l e water t o 2.5% dextrose, h a l f -s t r e n g h t , and f i n a l l y f u l l -s t r e n g t h formula over 7 days. The incidence of NEC and subsequent hospi-THE CLINICAL SIGNIFICANCE OF BILIRUBIN SPECIES I N -CLUDING DELTA (6) BILIRUBIN I N JAUNDICED I N F~T S . t 1474 Enrique Ostrea, J r . , E. la: Ongtengco, Vasundhara Tolia, Wayne S t a t e U., Hutzel Hosp., CHM, Dept. of Peds., Det.
H i s t o r i c a l l v . the s e~a r a t i o n of b i l i r u b i n ( b i l ) i n t o coniupated & unconjL'ated f r i c t i o n s provided an i m ' o r t a n t t o o l f o r he diagnosis of jaundice. Progress i n HPLC Kas furdher allowed t h e i d e n t i f i c a t ' o n of 4 s p e c i e s o b i l i r u b i n : unconjugated (a)
monoconjugated ?B), diconjugated f y ) b i l , & l a t e l y , a b i l s p e c i e (6) t h a t i s t i r h t l v bound t o albumin. Unlike i n the a d u l t . t h e r e i s l i t t l e iniormation on t h e s i g n i f i c a n c e of t h e s e 4'spec i e s of b i l i r u b i n i n iaundiced i n f a n t s . This stud" addresses t h i s problem & opens Gew avenues f o r~f h e fut;re-stbdy o f -j a n id i c e i n i n f a n t s . METHODS: 24 i n f a n t s were prospectively studied with jaundice due t o : y s i o l o g i c (13) hemolytic (3) prematurity ( 2 ) , b i l i a r y a t r e s i a (qfi, cholan i t i s (1) CMV (1) h e p a t i t i s ( I ) , unknown ( 1 ) . S e r i a l t o t a l $TB) and 6 i r e c t (D;) b i l i r u b i n were analyzed by Jendrassik-Grof (diazo) method. B i l i r u b i n species (expressed a s %TB) were detected bv r e v e r s e ~h a s e HPLC.
t a l course were compared. I n i t i a t i n g e n t e r a l feedings on Day 1 RESULTS: (i) i n f a n t s with p h y s i o l o g i c / h e m~l y t i c jaundice showed d i d not i n c r e a s e t h e incidence of NEC, produce a c l u s t e r i n g of > , a s a b i l . Direct b i l i r u b i n i f elevated was e i t h e r 0 o r cases, o r induce an e a r l i e r onset of NEC. The o v e r a l l incidence yyuLhereas 6 was c o n s i s t e n t l y lo; ( < 5 % ) . ( 2 ) ' i n f a n t s with d i re c t hyperbilirubinemia (DB>1.0 mgs%) showed 0 > y by r a t i o of of NEC was 29% (5117) and 35% (6117) i n t h e Day 1 and 7 groups, 3 : l . I n general, D B was underestimated by 30-50% by diazo t e s t s r e s p e c t i v e l y , compared t o 4.2% (2147) i n t h e Low Risk neonates. compared t o HPLC. (3) 6 b i l was seen i n most i n f a n t s with e l eOnly 1 i n f a n t got NEC w i t h i n 3 days of feeding (Day 7 group) and vated D B and c o n s t i t u t e d from 8-73% (mean=22%) of TB: i t was no d i f f e r e n c e s were seen i n o b s t e t r i c a l complications, BW, GA, detected a s e a r l y a s a t b i r t h i n a p a t i e n t with h e p a t i t i s l a t r es l a ; i t p e r s i s t s f o r a long period and i t s % i n c r e a s e s with t h e Apgars, PDA, IVH, and r e s p i~a t o i -Y o r oxygen requirements. I n f a n t s d u r a t i o n of jaundice, i n v e r s e l y proportional t o d e c l i n i n g TB. fed e n t e r a l l y from Day 1 d i d show a trend toward s i g n i f i c a n t l y CONCLUSION: The study of jaundiced i n f a n t s , p a r t i c u l a r l v those higher energy and p r o t e i n i n t a k e s during t h e second week of l i f e .
with high d i r e c t b i l -r e q u i r e s f u r t h e r demoistration of t h e d i fThese d a t a suggest t h a t providing d i l u t e , e a r l y e n t e r a l c a l o r i e s f e r e n t b i l i r u b i n s p e c i e s , n o t only because d i r e c t b i l i r u b i n i s does not a f f e c t t h e incidence of NEC, but may promote improved g r o s s l y underestimated by diazo t e s t s , but t h a t t h e b i l i r u b i n n u t r i t i o n a l s t a t u s i n s i c k , high-risk, VLBW neonates. s p e c i e s may provide information t h a t can lead t o a b e t t e r understanding and study of t h e d i s e a s e .
THE EFFECT OF PRENATAL LIDOCAINE ON HEARING RESPONSES
Jf 1472 Abnormal hearing responses were found i n a group of term inf a n t s born by Caesarian s e c t i o n a f t e r maternal administration of e p i d u r a l a n e s t h e s i a i n a study comparing t h e e f f e c t of l i d o c a i n e and lidocaine-epinephrine combination on t h e i n f a n t ' s neurobeh a v i o r a l response. Twenty-nine i n f a n t s born a f t e r l i d o c a i n e a n e s t h e s i a (mean dose 455i85mg) had an umbilical a r t e r y l i d o c a i n e l e v e l of 1.18f0.5Ouglm1, and umbilical venous concentration of 1.87?0.70uglml compared t o 14 born a f t e r l i d o c a i n e epinephrine (mean dose 406+86mg) t h a t r e s u l t e d i n a UV l e v e l of 1.4350.40ugl ml and a U A l e v e l of 1.06+0.30 uglml. All i n f a n t s were evaluated with t h e neurobehavioral index (ENNS) a t four and 24 hours of age.
Both groups demonstrated optimal responses during both time periods i n muscle tone and r e f l e x items including pinprick, p u l l t o s i t , arm r e c o i l , t r u n c a l tone, body tone, r o o t i n g , suck, Noro, placing, and a l e r t i n g . However, response t o sound was abnormal i n 65% of t h e l i d o c a i n e and 68% of t h e combined therapy group, comparable t o s i m i l a r r e s u l t s following 0.5% bupivacaine.
The r e s u l t s of t h i s study suggest t h a t maternal a n e s t h e s i a with t h e s e agents adversely a f f e c t s hearing i n t h e newborn inf a n t , p o s s i b l e mechanisms including conduction delay i n t h e eighth nerve o r o t h e r neuronal pathways. Continuous r e s p i r a t o r y & h e a r t r a t e monitoring were done during t h e f i r s t 5 p o s t n a t a l days i n 12 IDDM & 19 normal i n f a n t s (control) . The r e s u l t s showed abnormal CRG p a t t e r n s i n t h e IDDM such a s :
(1) s i g n i f i c a n t l y (p<O 01) h i her b a s e l i n e h e a r t r a t e . (BHR), beat t o beat (BBV) & l o n ierm (LFv) v a r i a b i l i t y , and resp. r a t e (RR) -See Table, (2.? exaggerated response of HR t o s t i m u l i such a s l i g h t , n o i s e o r pain and (3) frequent & spontaneous occurences of large,,(A40 bpmj b r i e f , r i s e and f a l l i n HR g i v i n a c h a r a c t e r i s t i c wave-likeA appearance t o t h e t r a cm g s . ~f e BBV & LTV changes were a l s o more i n t e n s e (p<?.02) i n t h e IDDM with moderate t o severe, a s compared t o mild withdrawal. 18.1(6.6 57 14.8)
Treatment of t h e withdrawal with drugs d i d not a b o l i s h t h e CRG abnormalities d e s p i t e d i s t i n c t c l i n i
Serum CPK (normal = 80 -450 IUIL) was a l s o analyzed i n 16 IDDM during t h e f i r s t 2-7 davs of l i f e . Eleven i n f a n t s (69%) had markeal elevated CPK l e v e l s (Mean = 1313 + 401 IU/L. range = 459 -5Y23& &.predominantly of t h e MM f r a T t i o q (89x5 The elevated C t d l d n o t c o r r e l a t e w~t h t h e ~n f a n t s b u t 6 welght, G A o r A D~K score. but was u s u a l l v found i n the i n f a n t s with s i g n i f &ant tremors & h y p e r t o n i c i i y . Conclusion: The chronic exposure of i n f a n t s t o drugs of abuse, i n u t e r o , induces s t r i king changes i n t h e i r CRG p a t t e r n s p o s t n a t a l l y & e l e v a t i o n of t h e i r serum CPK isoenzymes. These new f i n d i n g s may provide a probe which can be used t o study t h i s group of i n f a n t s , anten a t a l l y & p o s t n a t a l l y . S c a n l o n , P a r v e e n Chowdhry a n d P a u l Hamosh. G e o r g e t o w n U n i v e r s i t y M e d i c a l C e n t e r , W a s h i n g t o n , DC 2 0 0 0 7 .
L i p o p r o t e i n -X , a l o w d e n s i t y l i p o p r o t e i n c o n t a in i n g l e c i t h i n a n d f r e e c h o l e s t e r o l , a p p e a r s i n t h e c i r c u l a t i o n o f i n f a n t s m a i n t a i n e d o n t o t a l p a r e n t e r a l n u t r i t i o n w i t h i n 1 6 h r s o f I n t r a l i p i d i n f u s i o n , s u gg e s t i n g t h a t t h e c l e a r i n g m e c h a n i s m o f l e c i t h i n ( p r es e n t i n ~n t r a l i~i d ) i s n o t w e l l d e v e l o p e d a t b i r t h .
We h a v e t h e r e f o r e q u a n t i t a t e d t h e a c t i v i t y of t h e k e y enzyme i n l e c i t h i n c a t a b o l i s m , l e c i t h i n -c h o l e s t e r o l a c y l t r a s f e r a s e ( L C A T ) i n c o r d b l o o d of 1 7 3 i n f a n t s . LCAT a c t i v i t y , m e a s u r e d by t r a n s e s t e r i f i c a t LCAT l e v e l s w e r e s i g n i f i c a n tl y ( p 0 . 0 0 1 ) l o w e r i n n e w b o r n s t h a n i n a d u l t s : 4 3 2 1 0 , 54L-19, 101+29 a n d 2 9 0 2 3 6 ( M~~~+ s E M ) a t 2 4 -3 0 ( n = 1 9 ) , 3 1 -3 5 ( n = 1 7 ) , 3 6 -4 0 ( n = 1 3 7 ) wks g e s t a t i o n a n d i n a d u l t s ( n = 7 ) , r e s p e c t i v e l y .
C o r d b l o o d c h o l e s t e r o l , l e c i t h i n a n d t r i g l y c e r i d e l e v e l s w e r e s i m i l a r a t a l l g e s t a t i on a l a g e s . We c o n c l u d e t h a t t h e c l e a r i n g o f l e c i t h i n i s i n e f f i c i e n t a t b i r t h a n d t h a t p r e t e r m i n f a n t s h a v e a h i g h e r i n c i d e n c e of h y p e r l i p e m i a d u e t o l o w LCAT a c t i v i t y . ( S u p p o r t e d by NIH g r a n t H D -1 5 6 3 1 ) . Hyperventilation i s a popular therapy f o r improving systemic oxygenation i n i n f a n t s with pulmonary hypertension. To determine the e f f e c t s of hypocapnea on cerebral blood flow v e l o c i t y and i n t r a c r a n i a l pressure, we studied 6 i n f a n t s with severe pulmonary hypertension, GA 38-43 wks, during normocapnea and moderate and extreme hypocapnea. A r t e r i a l PC0 (PaCO ) was a l t e r e d by changing v e n t i l a t o r r a t e . Mean afrway p6essure and a r t e r i a l PO were kept constant by changes i n v e n t i l a t o r pressure and inspirzd oxygen concentration. W e measured transfontanel i n t r a c r a n i a l pressure (ICP) and mean a r t e r i a l blood pressure (BP). Cerebral blood flow v e l o c i t y (CBFV) was assessed by Doppler technique. The maximum amplitudes of advancing flow v e l o c i t y during s y s t o l e and d i a s t o l e were measured and the p u l s a t i l i t y index calculated. Values a r e XtSD, ttpc.01, tp<0.05, compared t o normocapnea. These f i n d i n g s suggest t h a t extreme hyperventilation s i g n i f i c a n t l y reduces advancing cerebral blood flow v e l o c i t y and may reduce t o t a l cerebral blood flow. Therefore, d e s p i t e an improvement i n systemic PO2, cerebral oxygenation may s u f f e r .
HYPERVENTILATION REDUCES CEREBRAL BLOOD

